The division of the causes of jaundice into obstructive and non-obstructive, has for long been recognized as unsatisfactory. With (1) If the threshold of the liver for blood bilirubin is raised.
Haemolytic. This classification in which the middle term is based on etiology and the other two on pathogenesis cannot be quite satisfactory. Further, the term toxic is vague and though generally taken to mean toxic changes in the liver cells, might equally well mean the result of toxins causing increased blood destruction. It is easy to understand how the gross forms of obstruction produce jaundice, but when this is not present the position is far more difficult. Rich has given the theoretical possibilities:
(1) If the threshold of the liver for blood bilirubin is raised.
(2) If bilirubin were produced faster than normal liver cells could excrete it. (3) If the excretory mechanism of the liver were so disturbed that the amount of bilirubin normally produced could not be satisfactorily removed from the blood. (4) Any combination of the above conditions.
The first possibility is a purely hypothetical one for which there is no evidence. Rich (I930) has advanced many good reasons why it is unlikely that the excretory power of the normal liver could lag behind the bilirubin production. Just what is the reserve power of the human liver in this respect is uncertain but in dogs and monkeys the excretory power can be reduced to five per cent. by tying the ducts, without any development of jaundice. That the faecal pigment in man may be greatly increased above the normal in the absence of jaundice shows that marked increases in the amount of bilirubin produced can be excreted by the normal liver well enough to prevent visible jaundice. As far as the third possibility goes, Rich points out that there is no form of jaundice which is known to result purely from a functional depression of the excretory powers of the liver without actual loss of cells through necrosis. The reserve power of the liver as mentioned earlier is so great that the liver cells can, so long as they are alive, deal with the normal quantity of bilirubin presented to them; it is only after there has been considerable necrosis that depression of the remaining cells can account for jaundice without excess of bilirubin. Any impairment, however, of the excretory function of the liver must diminish its reserve power and though such a liver could deal with normal quantities of bilirubin, if pigment is produced in excess such a liver may be unable to excrete it all and jaundice will result from retention of pigment. This is the fourth possibility and is quite common because most of the conditions which increase bilirubin formation would depress the excretory power of the liver.
As the result of these arguments Rich has proposed a classification based on pathogenesis into: - Severe form. This is fortunately a rare condition. The patient becomes gravely ill in a few hours or a day or two. There is intense headache with repeated vomiting. This vomit may show some altered blood. Jaundice appears but in the most severe cases it may be slight. The ipatient becomes restless, delirious, and passes into coma. This coma may be preceded by convulsions and other signs simulating meningitis. The tongue and mouth become very dirty and dry and the urine is scanty and contains casts. The breathing is increased in rate and depth at first but later becomes irregular. The temperature rises steadily throughout the disease and the liver shrinks continually. Once the patient passes into coma recovery is unusual. In this severe form there is such intense necrosis of liver cells that the bile canaliculi rupture and bile stained debris may be seen on section.
B. Jaundice due to obstruction of the bile ducts. Because of the reserve excretory power of the liver it is unusual for jaundice to appear in these cases unless the flow through the major part of the system is prevented. It has been shown by Baron and Bumstead (I928) that for a short time after acute obstruction of the common duct only the indirect van den Bergh reaction is found; later the direct reaction is given. This they say means that in the early stages bilirubin is accumulating which has not passed through the liver cells and they suggest that the liver temporarily stops taking up bilirubin. Later the excretion continues and the canaliculi become overfilled with bile. These canaliculi increase in size until their bulbous ends come into direct communication with the perivascular lymph spaces and drainage into these may take place before rupture of the canaliculi occurs. It has been shown that in acute bile duct obstructi-on bilirubin appears in the lymph before it is found in the plasma. Later the canaliculi burst and whole bile is discharged into the blood stream. Differential Diagnosis.
It is not usually difficult to distinguish retention jaundice from regurgitation jaundice. In the former it is common to find evidence of blood destruction or of the peculiarity of the red cell or serum leading to this destruction. There is usually no bile in the urine, but excess of urobilin in the urine and the faeces. Hemoglobinuria is a feature of acute haemolytic episodes. The usual difficulty is to distinguish the jaundice due to toxic agents acting on the liver from pure obstructive jaundice. The pale stool indicates obstruction but intra hepatic obstruction may occur in toxic hepatitis. Hepatitis is likelier in younger patients. The previous history is important as biliary colic or cholecystitis point to obstruction whereas treatment of syphilis with arsenic, or gout with cincophen, or the use of other hepatic poisons indicates hepatitis. In the first few weeks when the stools are pale the galactose tolerance test will usually give a normal result in obstruction, and an abnormal one in hepatitis; a high blood phosphatase is common in obstruction, normal or slightly raised in hepatitis. Gall stones may be seen on X-ray and a carcinoma of the head of the pancreas may give a deformity of the duodenum.
If jaundice, apparently obstructive, persists for more than six weeks in a patient over forty and the diagnosis cannot be otherwise established, then a aparotomy should be performed.
